CENTERS FOR DISEASE CONTROL January 16, 1987 / Voi. 36 / No. 1 


Infant Mortality Among Black 
Americans 

Increasing Rate of Saimonel/a 
Enteritidis \nfections in the 
Northeastern United States 


MORBIDITY AND MORTALITY WEEKLY REPORT 





Topics in Minority Health 





introduction 


This issue of the MMWR introduces a new series, “Topics in Minority Health”. The series 
was prompted by a recommendation in the Report of the Secretary's Task Force on Black and 
Minority Health, which wes released by the Department of Health and Human Services on 
October 16, 1985 (1,2). This report presented findings of a study of the major causes of 
health problems and death among certain minority groups in the U.S. population. It also called 
for an effort to disseminate information concerning these health problems and approaches to 
their prevention. Articles in this series will appear periodically and will emphasize the six 
causes of death identified by the task force as accounting for more than 80% of excess mor- 
tality in U.S. minority populations—cancer, cardiovascular disease and stroke, chemical 
dependency, diabetes, homicide and unintentional injuries, and infant mortality—as well as 
certain communicable diseases, as appropriate. 


infant Mortality Among Black Americans 


The recent slowing in the rate of decline in infant mortality and the disparity in the risk of 
infant death between racial and ethnic subgroups have attracted considerable attention (3,4). 
In 1984, infant mortality for blacks was 18.4 deaths/1,000 births; this was approximately 
twice that for whites, which was 9.4 deaths/1,000 births (5). A twofold disparity in infant 
mortality between black and white infants existed for the time period 1960-1984, and there 
was a 59% reduction in the infant deaths/1,000 live births over that time for both blacks and 
whites (5,6). From 1960 to 1984, declines in the neonatal mortality rate’ were greater for 
whites than for blacks (64% compared with 58%), whereas the reduction in the postneonsta! 
mortality ratet was greater for blacks than for whites (60% compared with 43%) (Figure 1). 

Analysis from the National Infant Mortality Surveillance (NIMS)* project, a tabulation of 
data from linked birth and infant death certificetes for live births occurring among U.S. resi- 
dents in 1980, provides a more complete description of the disparity in infant mortality risk 


“Neonatal mortality rate = Deaths occurring among infants from O to 28 days of age per 1,000 births in 
a calendar year. 


tPostneonatal mortality rate = Deaths occurring among infants from 28 days to 1 year of age per 1.000 
live births in a calendar year. 
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(IMR)! between blacks and whites (7). This is the most recent year for which linked birth and 
infant death data are available for the United States. Although the race-specific risk for infant 
death varied among states, within states the IMR for blacks was generally two times the risk 
for whites. In one analysis, the lowest state-specific IMR for single-delivery black infants 
(12.5) was higher than the highest mortality risk for whites (10.1) (@). There were also dif- 
ferences in the race-specific risk of infant death between U.S. census regions, with IMRs for 
blacks ranging from 16.5 to 20.7 and for whites, from 8.8 to 9.8. In all regions, however, the 
IMR for blacks was approximately twice that for whites (9). 

Analysis of NIMS data revealed three factors contributing to the difference between the 
IMRs for black and white infants. First, blacks have a higher percentage of low birthweight 
births than whites. Black infants in this study had approximately three times the risk that 
white infants had of being born weighing < 1,500g (2.1% compared with 0.7%); they had 
over two times the risk of having a birthweight of 1,500-2,499g (9.2% compared with 4.2%). 
Low birthweight is the most important determinant of infant survival, and infants with low 
birthweights suffer the highest mortality risks (70). A recent comprehensive review has 
provided an inventory of factors that increases the risk of low birthweight (77 ). These include 
demographic, medical, and behavioral risk factors, many of which are more prevalent among 
black Americans than among white Americans. 

The other two factors contributing to the elevated IMR among blacks are neonatal deaths 
among infants with birthweights =2,500g and postneonatal deaths among infants in all 
birthweight categories (72). Black infants witn birthweights <2,500g had a lower neonatal 
mortality risk (NMR)** than white infants, but blacks with birthweights = 2,500g had a higher 
NMR than whites with comparable birthweights. Black neonatal survivors experienced a 


1 IMR = Infant deaths occurring in a cohort of infants born in a calendar year per 1,000 infants in that 
birth cohort 


**NMR = Neonatal deaths occurring in a cohort of infants born in a calendar year per 1,000 infants in 
that birth cohort 


FIGURE 1. Neonatal and postneonatal mortality rates among single-delivery infants, by 
race and year — United States, 1960-1984 
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higher postneonatal mortality risk (PNMR) ‘Tt in alt birthweight categories (Table 1 [72 )). 

To describe the causes of death among black compared with white infants, the interna- 
tional classification of disease codes, ninth revision, was aggregated into seven categories 
(Table 2 [73]). Except for congenital anomalies, the overall NMRs among blacks, for all 
causes of death, were approximately twice those among whites. During the postneonatal 
period, black infants were at higher risk of dying from all causes, including those that are pre- 
ventable and those that are subject to intervention efforts. 

If black infants born in 1980 in the United States had experienced the same birthweight 
distribution and birthweight-specific mortality risk as white infants, there would have been 
5,526 (51%) fewer single-delivery black infant deaths. Of this total, 75% occurred among in- 
fants with cirthweights <2,500g (59% in the neonatal period and 16% in the postneonatal 
period), and 25% occurred among infants with birthweights =2,500g (7% in the neonatal 
period and 18% in the postneonatal period) (Figure 2). 


ttPNMR = Postneonatal deaths occurring to neonatal survivors in a cohort of infants born in a calendar 
year per 1,000 neonatal survivors in that birth cohort. 


TABLE 1. Neonatal and postneonatal mortality risks, by race and birthweight, single- 
delivery infants — 1980 U.S. birth cohort 





Race 





White 
Birthweight NMR° PNMRt NMR’ 
< 1,500g 441.9 59.9 406.5 


1,500-2,499g 27.5 11.4 16.4 
2,500-3,999g 2.0 2.6 2.8 


> 4,000g 1.7 18 3.7 


Total 6.2 3.1 12.5 


“NMR = Neonatal deaths occurring in a cohort of infants born in a calendar year per 1,000 infants in the 
birth cohort. 


tPNMR = Postneonatal deaths occurring to neonatal survivors in 6 cohort of infants born in a calendar 
year per 1,000 neonatal survivors in the birth cohort. 














TABLE 2. Neonatal and postneonatal mortality risks, by race and underlying cause of 
death, single-delivery infants — 1980 U.S. birth cohort 





Neonatal mortality risk Postneonatal mortality risk 
Cause White Biack Relative risk White Black Relative risk 


Perinatal conditions 3.33 7.59 2.3° 0.16 042 ' 26° 
Infections 0.29 0.62 2.1° 0.37 1.06 2.8° 
Congenital anomalies 1.76 1.73 1.0 0.65 0.80 1.2° 
Injuries 0.02 0.06 2.4° 0.27 0.55 2 
Sudden Infant Death 0.09 0.24 2.5° 1.09 2.39 2.2° 
Non-specific and unknown 0.03 0.06 2.5° 0.09 0.28 3.0° 
All other 0.15 0.29 2.0° 0.45 0.94 2.1° 








Totait 5.68 10.60 1.9° 3.08 6.44 2.1" 


*95% confidence interval excludes 1.0 (p < 0.05). 
tRisks may not add to total due to rounding. 
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Reported by Pregnancy Epidemiology Br, Research and Statistics Br, Div of Reproductive Health, Center 
for Health Promotion and Education, CDC. 
Editorial Note: The reduction of the disparity in IMR between black and white infants is a 
major public health objective (3). Accomplishing this goal will require intervention strategies 
aimed at reducing the frequency of low birthweight births, of neonatal mortality among in- 
fants with birthweights =2,500g, and of postneonatal mortality among infants in all birth- 
weight categories. This report highlights the importance of low birthweight in contributing to 
the disparity in infant mortality between blacks and whites. In the NIMS study, 75% of the 
excess deaths experienced by single-delivery black compared with white infants occurred 
among black infants with birthweights < 2,500g. In addition, 18% of these excess deaths oc- 
curred during the postneonatal period among black infants with birthweights =>2,500g; 
many of the causes of these deaths are subject to current intervention efforts 

Research has shown that much of the disparity in pregnancy outcomes among racial and 
ethnic groups is mediated by factors such as socioeconomic status; maternal education; 
health insurance coverage; and access to prenatal, infant, and other health care services 

(Continued on page 9) 





TABLE |. Summary —cases specified notifiable diseases, United States 





First Week Ending Cumulative, First Week Ending 


Ovsease Jan. 10, Jan. 4, Medien Jan. 10, Jan. 4, Median 
1987 1986 1982-1986 1987 1986 1982-1986 














Acquired im ficrency Synd (alos) 290 172 290 172 
Aseptic meningitis 101 101 63 
Encephatts Primary (arthropod-borme 
& unspec ) 16 14 
Post-infectious . 
Gonorrhea. Civihan 16,252 
Miltary 470 
Hepatitis Type A 255 
Type B 315 
Non A. Non 8B 43 
Unspecified 36 
Legronetios:s 4 
Leprosy 
Malaria 
Measies. Total" 
indigenous 
imported 
Meringococcal infections: Total 
Crvthan 
Miltary 





Mumps 

Pertussis 

Rubella (German measies) 

Syphrurs (Primary & Secondary): Crvihan 
Moitary 

Toxic Shock syndrome 

Tuberculosis 

Tularerma 

Typhord fever 

Typhus fever tick-borne (RMSF) 4 

Rabies. animal 53 








TABLE II. Notifiable diseases of low frequency, United States 





Curn 1987 Cum 1987 
_—————— 





Anthrax 
Botulism Foodborne . a 
infant (Mass 1) ’ Poliomyelitis. Paratytic 
Other . Psittacosis (Upstate NY. 1, lowe 1) 
Brucellosis (Mo 4) 4 Rabies. human 
Cholera 


; T 
Congenital rubella syndrome (Ky 1) 1 oe 


Congenital syphilis, ages 1 year . 
y . 
Diphth . Typhus fever, flea-borne (endemic, munne) 














“One of the 36 reported cases for this week was imported from a foreign country or can be directly traceable to a known internationally wm- 
ported case within two generations 
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TABLE Ill. Cases of specified notifiable diseases, United States, weeks ending 
January 10, 1987 and January 4, 1986 (First Week) 


Aseptic Encephattes a Hepattrs (Viral. by type 
—— es Cd ee e [me Pie 


Cum Com Cum Cum 
1987 | 1986 penned 
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TABLE Ill. (Cont’d.) Cases of specified notifiable discases, United States, weeks ending 
January 10, 1987 and January 4, 1986 (First Week) 





Measies (Rubeola) Menin- 
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Malana 7 o Mumps 


Cusn } Cum Cum Cum Cum Cum Ic Cum | Cum 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States. weeks ending 


January 10, 1987 and January 4, 1986 (First Week) 
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TABLE IV. Deaths in 121 U.S. cities." week ending 
January 10, 1987 (First Week) 
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* Mortality data in thes table are voluntarily reported from 121 cites nm the United States. most of which have populations of 100.000 or 
more.A death 1s reported by the place of its occurrence and by the week that the death certificate was fied Fetal deaths are not included 


reporting methods in these 3 Pennsyivame cities. these numbers are partial counts for the current week Complete 
Counts will be avaiable in 4 to 6 weeks 

ttTotal includes unknown ages 

§ Data not avadable Figures are estemates based on average of past 4 weeks 





Vol. 36/No. 1 MMWR 
Infant Mortality — Continued 


(3,4,10). As recommended by the Secretary's Task Force on Black and Minority Health and 
by the American Academy of Pediatrics, future intervention strategies include new and ex- 
panded programs in pregnancy and family planning, prepregnancy care, prenatal care, and 
postnatal and pediatric care as well as financial provisions that will improve access to care 
(3,4). 

Race-specific state and regional differences in the risk for infant death suggest that sub- 
stantial improvements in the mortality of black infants are achievable. Although there have 
been major improvements in infant mortality for both blacks and whites during the past two 
decades, the reduction of the continued elevated risk for black compared with white infants 
remains a major public health objective. 
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FIGURE 2. Distribution of excess deaths among black infants, by birthweight and age at 
death — 1980 U.S. birth cohort" 
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Epidemiologic Notes and Reports 





increasing Rate of Sa/monella Enteritidis infections 
in the Northeastern United States 


In the last 10 years, New England and the Middle Atlantic’ region have experienced a five- 
fold increase in the reported isolation rate of Sa/monelia enteritidis (Figure 3). The increase 
exceeds the regional 1.7-fold increase in the collective isolation rate reported for all other Sa/- 
monella serotypes. in 1985, S. enteritidis replaced S. typhimurium as the single most com- 
monly reported serotype in New Jersey, New York, and New Hampshire. The reasons for this 
increase are not understood. The median age of persons infected with S. enteritidis increased 
from 10 years to 24 years between 1975 and 1985, but the seasonality of the infections has 
not changed. In 1986, investigations of outbreaks of S. enteritidis infections in the northeast- 
ern United States implicated a variety of food vehicles, including scrambled eggs in Connecti- 


“New Jersey, New York, and Pennsylvania. 


FIGURE 3. Rates of reported S. enteritidis infections, by region — United States, 
1976-1985 
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cut, a liquid protein supplement in Pennsylvania, home-made ziti in New Jersey, Italian-style 
rice balls in New York City, Hollandaise sauce in New York State, roast beef in Massachusetts, 
and one brand of commercial frozen pasta products in multiple states in the region. No single 
reservoir that would connect all of these outbreaks and the many sporadically occurring cases 
has been detected. 

On November 1, 1986, epidemiologists from state health departments in the Northeast 
and the CDC met to review the findings of recent S. enteritidis outbreak investigations and to 
discuss possible approaches to the improved understanding and control of S. enteritidis in- 
fections in the region. An S. enteritidis Working Group was established to facilitate communi- 
cation and cooperation among public health officials in several states and the CDC in the in- 
vestigation of S. enteritidis outbreaks. Since the serogroup of a Sa/monelila isolate is often 
known before its serotype and because more than 90% of Group D isolates in the Northeast 
are S. enteritidis, a strategy was developed to intensify the rapid investigation of outbreaks of 
Group D Sa/monelia in the region. The U.S. Department of Agriculture and the Food and Drug 
Administraticn are assisting the S. enteritidis Working Group in investigations that suggest a 
food production or food processing source for the contamination. 

Reported by S Schultz, MD, Bur of Preventable Di , New York City Dept of Health, D Morse, MD, 
State Epidemiologist, New York Dept of Health; W Parkin, MD, State Epidemiologist, New Jersey Dept of 
Health; GF Grady, MD, State Epidemiologist, Bur of Communicable Diseases, Massachusetts Dept of 
Public Health; EJ Witte, VMD, MPH, State Epidemiologist, Pennsylvania Dept of Health; JL Hadler, MD, 
MPH, Connecticut Dept of Health Svcs; RL Vogt, MD, State Epidemiologist, Vermont Dept of Health; E 
Schwartz, MD, State Epidemiologist, New Hampshire Dept of Health and Welfare; KF Gensheimer, MD, 
State Epidemiologist, Maine Dept of Human Svcs; PR Silverman, PhD, State Epidemiologist, Delaware 
Dept of Health and Social Svcs; E Israel, MD, State Epidemiologist, Maryland Dept of Health and Menta/ 
Hygiene; Div of Field Services, Epidemiology Program Office, Enteric Diseases Br, Div of Bacterial Dis- 
eases, Center for infectious Diseases, CDC. 

Editorial Note: The majority of outbreaks of non-typhoid Sa/monelia infections in the 
United States come from foods of animal origin, and this is also likely to be the case for S. en- 
teritidis (1). Salmonella may be introduced into such foods on the farm, during slaughter or 
processing, or during final food preparation. A broad increase in regional rates of human infec- 
tions by a specific Sa/monelia serotype indicates that a regional increase in contamination 
may have occurred at one or more of these steps in the food chain. 

Recognition of the problem of S. enteritidis infections in the northeastern United States 
and the intensive investigation proposed by the S. enteritidis Working Group are both made 
possible by routine serotyping of Sa/monelia isolates in public health laboratories. It is hoped 
that the regional effort proposed by the S. enteritidis Working Group to understand the epi- 
demiology of S. enteritidis infections in the Northeast will lead to specific control measures 
for S. enteritidis. Understanding the epidemiology of a specific serotype in a region of high 
incidence may also lead to a better understanding of the continuing long-term increase in sal- 
monellosis in the United States. 

Reference 
1. Feldman RA, Riley LW. Epidemiology of Sa/monel//a and Shigella infections in the United States. In 


Takeda Y, Miwatani T, eds. Bacterial Diarrheal Diseases. Tokyo: KTK Scientific Publishers, 1985 
103-16 





Erratum: Vol. 35, Nos. 51 & 52 


p. 791 In the article entitled “Drinking and Driving and Binge Drinking in Selected States, 
1982 and 1985—The Behavioral Risk Factor Surveys”, the following sentence re- 
places the second sentence in the last paragraph of the article: “Between 1982 and 
1985, only binge drinking decreased significantly for 18- to 34-year-old males.” 
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FIGURE |. Reported measles cases — United States, weeks 50-53, 1986 
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